BIOGRAPHICAL SKETCH

NAME: Peter Gilmour POSITION TITLE: Postdoc
EDUCATION/TRAINING
Institution Degree Y ear Field of Study
Napier University, Edinburgh, UK B.S. 1992 Biological Science
University of Abertay, Dundee, UK M.S. 1993 Biotechnology
Napier University, Edinburgh, UK Ph.D. 1998 Pulmonary toxicology

PROFESSIONAL EXPERIENCE:
1998-1999: Napier University, Edinburgh: Post-doc. Evaluation of the ahility of in-house produced anthraquinone
anti-cancer agentsto inhibit topoisomerase | & Il enzymes. Identified compounds suitable for phase Il and 111 trials.

1999-2002: Edinburgh University: MRC Research Fellow. Mechanismsinvolved in PM-associated cardiovascular
disease including; PM-associated inflammatory gene transcription (histone acetylation), susceptibility to PM-mediated
inflammation (latent adenovirus infection) and in vivo and in vitro analysis of systemic coagulation enhancement by
PM.

2002-Present: Research Fellow, CEMALB/US-EPA. Mechanisms of PM-mediated cardiovascular disease.
Determination of the pro-coagulative effect of PM in the lung in vivo. Studiesinclude; the role of fibrinolysisin the
lung and cardiovascular disease associated with PM, PM-mediated oxidative stress and coagulation, the role of
particle-associated zinc in lung and cardiac tissue injury, susceptibility to endotoxin imparted by PM exposure, and
evaulation of the spontaneous hypertensive rat model in studying the cardiovascular health effects of PM.

PROFESSIONAL SOCIETIES:
British Association for Lung Research

SELECTED AWARDSAND HONORS:

INVITED LECTURES'SYMPOSIA:

British Thoracic Society, London, UK, December 1999. Latent adenoviral infection renders alveolar epithelial cells
susceptible to particle induced transcription of pro-inflammatory mediators.

British Association for Lung Research, Edinburgh, UK, September 2000. E1A transfection sensitises lung epithelial
cells to oxidative stress and environmental particles.

Inhaled Particles | X, Cambridge, UK, September 2001. PM ,-mediated I1L-8 release from epithelial cellsinvolves
histone acetylation and is modulated by thapsigargin.

European Respiratory Society, Stockholm, Sweden 2002. Tissue factor, fibrinolysis and the cardiovascular effects of
PM10.

American Association for Aerosol Research: 4™ Colloquium on PM and Human Health, Pittsburgh, USA 2003.
Hypertensive rats are susceptible to TLR4-mediated signaling following exposure to combusion particul ate matter
(PM).
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